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Former smokers are at a greater risk of ulcerative colitis (UC) than either never smokers 
or current smokers. Analysis of available data showed that current smokers had a 60% 
reduction in risk of UC, while former smokers have a 2.1 fold increase in risk compared to 
never smokers. The onset of symptoms following smoking cessation varies for one month 
to several years, with a mean time lapse of 5.7 years. Cigarette smoking before the onset of 
the disease may also affect the clinical course of condition, in that former smokers require 
more hospitalisation, and more frequently undergo colectomy than never smokers. This 
suggests a causal relationship between former smoking habit and severity of the disease, 
with the effect being dependent on the magnitude of tobacco consumption. 

Previous studies from this laboratory have shown that colonic mucus, production varies 
relative to smoking history, both in controls and patients with UC. The eicosanoids, 
particularly prostaglandin E 2 and leukoriene B a , have been shown to be elevated in the 
peripheral circulation and at the mucosal surface of patients with ulcerative colitis, 
particularly when the disease in its active phase. The eicosanoids are important mediators 
of the immune response, being responsible for purpetuating the cellular infiltrate into the 
mucosa. The aim of the present study was to determine to effect of smoking history on in 
vitro eicosanoid production by colonic tissue for patients with ulcerative colitis and 
controls. 

Pinch biopsies from the colonic mucosa were removed from 39 patients with UC, of whom 
25 were never smokers , 8 ex-smokers for 10 years or less, and 6 ex-smokers for more than 
ten years. The control group, which consisted mainly of patients with the irritable bowel 
syndrome and diverticular disease, contained 25 never smokers, 17 (< 10 years) and 23 
(> 10 years) ex-smokers. The biopsies were cultured for 48 hours at 37°C in a humified 
mixture of 5% CO? in air. Following culture PGE 2 and LTB 4 were measured in the biopsy 
tissue and in the culture medium by radioimmunoassay, and the total amount expressed per 
mg of protein in the biopsy (ng/mg protein). 

Smoking history appeared to have a biphasic effect on eicosanoid production, in that recent 
abstainers (< 10 years) had a greater PGE? an ^ LTB 4 production (83.6 and 4.2 
respectively) compared with never smokers (44.3* and 4.2); while long term abstainers (> 10 
years) had reduced production (21.2 and 2.7 p>0.05). Smoking abstention appeared to 
have a greater effect in the control group, increasing in recent ex-smokers (73.8 and 3.8) 
and decreasing in long term ex-smokers (19.7 and 2.7) compared with never smokers (28.8 
and 4.0). A similar pattern was seen in patients with UC, but to a lesser extent. 

Discontinuation of cigarette smoking increases the risk of ulcerative colitis, with the onset 
of disese approximately five years after abstention. The present study indicated that 
eicosanoid production increases following smoking cessation, and then decreases as 
abstention continues. Therefore, stimulation of eicosanoid production by stopping smoking 
may be the stimulus for the onset of ulcerative colitis in susceptible individuals. 
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